INTRODUCTION
Populations are continuously impaired by genetic loads which are the result of reduction in fitness due to deleterius genes. Genetic load has been defined as the proportion by which the fitness of an average genotype in the population is reduced in comparison with the optimum genotype.
The load, generally measured as mortality, sterility, or malformation, can be estimated from the effects of consanguinity by expressing the load L as a function of inbreeding F, (Morton et al. 1956 ). Thus 1 -L = exp -[A -\-BF), which for low levels of inbreeding and low values of A may be approximated hy L = A -\-BF. The statistic A is an estimate of the random-mating load, while B is an estimate of the inbred load; A + B therefore represents the total load. The ratio BjA gives an estimate of the number of loci with heterotic alleles, a low value of which indicates that the load is segregational, i.e., due to the segregation of superior heterozygotes. A high value represents a mutational load which is due to deleterius mutations balancing selection. When the load is measured as mortality it is expressed in lethal equivalents, and when measured as malformation it is defined in terms of detrimental equivalents.
In view of the prevalence of a high degree of consanguinity, the population of Andhra Pradesh forms an ideal source for the measurement of genetic loads. Several studies (e.g. Dronamraju 1964 , Sanghvi 1966 report the incidence of inbreeding in the state and the factors responsible for it, but studies on its effects remain largely empirical.
The present study is designed to estimate the genetic load in terms of mortality and malformation in the newborn. Estimates of the load in the newborn are useful as they are free from genetic a n d e n v i r o n m e n t a l causes t h a t influence mortality or i m p a i r m e n t after b i r t h . T h e r a n d o m m a t i n g c o m p o n e n t of this load involves the effects of in-utero e n v i r o n m e n t alone.
Information was collected on 1,091 consecutive single births in a period of over three months from 1st April 1969 from the Maternity Unit of the Niloufer Hospital for Women and Children.
Each infant was examined for the presence of major visible congenital anomalies within 36 hours after birth. Infant mortality up to the third day was noted. Information on parental consanguinity was obtained directly from the mother and verified with an accompanying relative.
RESULTS

Consanguinity
T h e average i n b r e e d i n g coefficient of the present series (0.0134 ± 0.0009: T a b l e I) is less t h a n the figures r e p o r t e d for Coastal A n d h r a (0.023: D r o n a m r a j u a n d M e e r a K h a n 1963; a n d 0 . 0 1 5 -0 . 0 4 8 : S a n g h v i 1966). This figure is also less t h a n the average, 0.029, o b t a i n e d in a study of 1,037 n e w b o r n in a Vellore hospital in T a m i l N a d u (Centerwall a n d C e n t e r w a l l 1966). H o w e v e r , this result is a b o u t the same as t h a t o b t a i n e d by R a j y a l a k s h m i (1970) in a r a n d o m s a m p l e of 100 families of H y d e r a b a d . S a n g h v i (1966) also reports a fairly low level in the T e l a n g a n a region of A n d h r a P r a d e s h . 
Malformation
Among the 1,091 newborn, a total of 13 malformed babies (1.18%) having 16 individual malformations (1.46%) was found. Three cases of multiple anomalies include (a) hydrocephalus with meningocoel, (b) hydrocephalus with cleft lip, and (c) cleft lip and palate with hypospadias. The cases with single malformations were: anencephaly 3, oesophageal atresia 1, exomphalus 1, polydactyly 2, deformed pinna 1, gross skeletal malformations 1, and hydrocephaly 1.
Genetic load
The estimates of A and B for the genetic loads obtained through weighted regression (Smith 1967) are given in Table II along with the % 2 values for testing the adequacy of relationship between morbidity and inbreeding. The newborn of Hyderabad may be seen to carry a load of two lethal equivalents and one detrimental equivalent per individual. The load in both cases is mainly mutational as is evident from the high B/A ratios. 
DISCUSSION
The present study confirms the generally lower incidence of inbreeding in Hyderabad and other areas of the Telangana region as compared to Coastal Andhra Pradesh or Vellore of Tamil Nadu. This difference in inbreeding could in part be attributed to the low frequency of uncle-niece marriages in Telengana region. The frequency of such marriages in the Telangana region are i % (present study), 0.04% (Rajyalakshmi 1970) , and 2-5% (Sanghvi 1966) , as compared to 6-10% (Dronamraju and Meera Khan 1963) and 10-20% (Sanghvi 1966) in Coastal Andhra Pradesh, or to 13.2% (Centerwall and Centerwall 1966) and 1 1 % (Jacob and Jaibal 1971) in Vellore of Tamil Nadu.
The incidence of congenital anomalies in different populations normally varies with the ethnic background and the estimates are complicated by diagnostic procedures and objective follow-up after birth. In view of the small sample size, the present investigation (and that of Centerwall and Centerwall 1966 ) is inadequate to give a reliable estimate of the incidence of congenital anomalies; in fact, it has pri-marily been designed to study the effects of number and consanguinity. However, the number and spectrum of malformations found in this study is different from that obtained by Centerwall and Centerwall (1966) in Vellore in a study of similar sample size and with the objective of finding out the inbreeding effects. The reasons may be many, including ethnic differences and inbreeding levels.
Comparable estimates of genetic loads for perinatal mortality are not quite available excepting those by Sutter and Tabah (1952) who found in France a load similar to ours (B = 1.124, B/A = 14.4) and by Bigozzi et al. (1970) who found a load of about two lethal equivalents in Italy. Kumar et al. (1967) report a load of 3-4 lethal equivalents for stillbirths and neonatal deaths.
Considering all genetic deaths, i.e., mortality up to adult age, a load of 3-5 lethal equivalents was reported among Caucasians, (Morton et al. 1956 ) and 8-9 lethal equivalents among Keralites (Smith 1969) , but this was an estimate from the families of hospital in-patients admitted for different sorts of diseases. Thus, about one third to one half of the genetic load in man seems to be expressed at birth.
We find the genetic load due to malformation to be one detrimental equivalent, i.e., half the mortality load in the newborn. Bigozzi et al. (1970) also found a load of 1.6 detrimental equivalents for congenital defects.
This investigation supports the conclusions of Morton et al. (1956) and Kumar et al. (1967) that the genetic load in man is more mutational than segregational. Further, the high frequency (64%) of unrelated matings among the parents of malformed children (Table I ) points out to nongenetic and/or mutational components in the incidence of these malformations, and thus provides another evidence for the mutational component of the genetic load.
This result regarding the nature of the load and the incidence of malformation needs further consideration. The population of Coastal Andhra is highly inbred and Sanghvi (1966) makes an attempt, based on theoretical considerations, to show that the frequency of deleterious alleles would have declined considerably over a period of two thousand years in a population under such inbreeding. But as the level of inbreeding in Hyderabad and other Telengana areas of Andhra Pradesh is low, the efficiency of inbreeding in eliminating deleterious genes may not be as striking as envisaged by him. Nonetheless, the low incidence (1.18%) of congenital malformations and the fact that the load is nonsegregational point out to the role of inbreeding in this population.
